In retrospect it seems likely that the use of an interlocking intra-medullary nail as the initial method of internal fixation of this fracture may, by preventing impaction of the bone ends, have contributed to the subsequent development of nonunion. However, Wand and Hutton have misunderstood our concluding remarks on a possible prophylactic role for the medical treatment of Paget's disease of bone. We are suggesting that effective longterm suppression of the disease by calcitonin or diphosphonates, undertaken ideally from the time of initial diagnosis, may reduce the risk of future fracture through Pagetic bone, and for this aim treatment should be given irrespective of whether the patient is symptomatic. We are not suggesting that such treatment would have prevented failure of the implant employed to treat the fracture once that misfortune had occurred, and indeed there is no evidence that suppression of the increased bone turnover that is characteristic of Paget's disease either promotes or adversely affects fracture healing. It is perhaps pertinent, however, that suppression of biochemical indices of disease activity in Paget's disease is associated with a reduction in bone blood flOW l-5. Thus prophylactic medical treatment would also make the orthopaedic surgeon's task a little easier should he be called upon to intervene operatively to treat fracture or to undertake replacement arthroplasty of a coexistent damaged joint in a patient with Paget's disease. 
RES GRAY

Myalgic encephalomyelitis
We accept that Martin Lev (November 1989 JRSM, p 693) is correct to point out that the anxiety and depression noted in patients labelled as suffering from 'ME' are the consequence of 'underlying organic processes'. The demonstration of hyperventilation in the overwhelming majority of these patients (Rosen SD, King JC, Nixon PGF, unpublished results), provides a clear metabolic reason for the anxietyl .2.3 . 'Depression' is a predictable reaction to the inability to make and sustain effort due in part to the ease of acidosis of muscle cells depleted of buffer base reserves", We agree with Sargant", that the sufferers from the late stages of effort syndrome, who have nothing to gain from their ill health and much to lose, are among the most gifted and energetic of people, and consequently the most upset about the frustration caused by loss of performance.
S D ROSEN Cardiac Registrar J C KING Honorary Head Occupational Therapist (Research) P G F NIXON Consultant Cardiologist Charing Cross Hospital London
References Following your letter by Lev (November 1989 JRSM, p 693), in a syndrome like ME where so many symptoms appear to be illogical, may I draw attention to a few of them in an attempt to find a possible common factor. Sweating is an autonomic function and it is difficult to find an explanation for abnormal sweating other than autonomic malfunction.
The ME patient who feels cold in a room where others feel comfortable usually has a normal body temperature in a temperature-controlled environment, but a wrong message is sent to the brain. Other patients have a local area of skin which always feels cold. Yet the sensation of warmth to hand touch, either by a third party or by the patient, does not differ in the "cold" area and the surrounding skin. Another wrong message.
Temperature control, whether local or general, is an autonomic function, but where there is other evidence of autonomic malfunction there is scope to hypothesise that such a malfunction may constitute an interference with and consequent distortion of sensory signals.
If we can accept this we can further consider a similar process in the efferent pathways, so that muscle does not receive correct stimuli from the cerebral cortex.
More direct autonomic involvement may also induce muscle weakness. We are mostly unaware of our constant muscular movements which are stimulated autonomically. For full muscular strength we must need the full cooperation of the autonomic nervous system. Probably this is what athletes achieve by their extensive exercise before a race.
If this is so, extensive autonomic dysfunction will interfere with muscle strength which will vary, as it does in ME, according to the degree of autonomic dysfunction at any particular time.
Such a hypothesis could then explain why the ME patient who undertakes exercise, which benefits a person with a normal autonomic function, relapses in physical disarray. A healthy autonomic nervous system benefits from physical stress, whereas a precariously balanced autonomic function will, in the presence of stress, become totally imbalanced. In the first two cases the fits occurred after the administration of intravenous fluids with associated changes the serum sodium concentration (-4 mmol/l and +22 mmol/l). In the third case there was neurological deterioration (confusion) after biochemical improvement with physiological saline. As the authors mention in the discussion, the rate of development of hyponatraemia may be just as important as the absolute change in concentration in the production of neurological deficit. Previous diuretic therapy may have had a causal role in allowing hyponatraemia to occur in these patients, but there is no evidence from the data presented that the diuretics (rather than the treatment for the hyponatraemia) caused the fits, as the title of the paper suggests.
The evidence suggests a multifactorial cause for the hyponatraemia in all three cases. All three patients had nausea, pain and vomiting which are known to stimulate antidiuretic hormone release'. Moreover, the first patient was given hypotonic intravenous fluid, a common precipitating factor in hospital patients'', the second had polydipsia (presumably drinking hypotonic fluids) and the third patient was receiving a barbiturate drug which can impair free water clearance", Diuretics in general are recognized as predisposing to hyponatraemia as the authors discussed but the evidence that co-amilozide is more likely than other diuretics to cause hyponatraemia is by no means conclusive.
The data which are quoted to support this contention are largely from cross-sectional studies or individual case reports. The prevalence of co-amilozide prescription in the community determines the prevalence of co-amilozide in patients admitted to hospital. Co-amilozide is said to be one of the most commonly prescribed combination thiazide diuretic preparations. In a study we have undertaken (currently submitted for publication), we found that co-amilozide was the most commonly prescribed thiazide/potassium-sparing diuretic combination in all age groups locally. Because of the prevalence of coamilozide usage in the community, no cross-sectional study (including ours!)can rule out the possibility that patients on any potassium-retaining diuretic are at increased risk from hyponatraemia.
The cases presented illustrate the importance of assessing and treating severe electrolyte disturbances with great care, as described in the discussion. I do not feel the data allow any further inferences to be drawn. C I recall his devoted memory to his mentor, Canny Ryall, and his skillful trans-urethral operation that preceeded his 'Millin Prostatectomy'. But it is on a personal note that I would like to recall his debonnaire presence, his charm and cheer -and his Irish wit -so therapeutic to patient and doctor alike. I would act (as one would those days) as assistant or anaesthetist mostly at a small nursing home at 98 Baker Street prior to the large clinic he opened in Queensgate with the gynaecologist, Charles Reed.
His early retirement with his well-gotten gains to his beloved Ireland was a blow to potential patient and to doctor. A premature report of his death was erroneously reported in the Lancet and denied by him, Mark Twain-like, and he died some time later of a throat cancer.
S CHARLES LEWSEN London
